A defect in lymphocyte function could be responsible for persistent infection by the equine infectious anemia virus. The number of lymphocytes bearing surface immunoglobulin, as detected by immunofluorescence, and lymphocyte response to mitogens were the same in uninfected and equine infectious anemia-infected animals. A defect in T or B lymphocyte numbers or ability to respond to stimuli was not detected in this chronic virus disease.
Cellular immunity is an important host defense to some virus infections (4). Natural (4) and experimentally (M. S. Hirsch, Fed. Proc. 29: [169] [170] 1970 ) induced depression of cellular immune mechanisms often is followed by impaired resistance to virus infection. In vitro studies indicate that immune lymphocytes, independent of antibody and interferon, can destroy virus-infected cells (11) . Other virus infections may result in a depression of cellular immune processes, including infection by mumps, (5), rubella (12) , measles (15) , infectious hepatitis (17) , and lactic dehydrogenase virus (7).
Equine infectious anemia (EIA) is a lymphoproliferative disease, and the host is continuously viremic, although EIA virus antibody is present (9) . One possible explanation of the persistence of the agent could be a virusinduced lymphocyte defect, subverting protective cellular immune processes.
Studies were conducted on peripheral blood leukocytes of uninfected and EIA-infected horses. Horses were experimentally infected by the EIA virus by inoculation of serum from other infected animals. Only the infected animals showed the clinical signs of EIA and had precipitating antibody against virus antigens (6, 9). Mononuclear leukocytes were isolated by the method of Boyum (3), washed three times, and resuspended at 107 to 5 x 107 cells/ml. The preparation contained 73 to 97% lymphocytes, with the remaining cells monocytes.
Cells were stained with fluorescent-labeled goat anti-equine gamma globulin to quantitate the number of immunoglobulin-bearing lymphocytes. Goat anti-equine immunoglobulin antiserum was prepared as previously described (2), and the gamma globulins were isolated by ammonium sulfate precipitation and adjusted with 0.5 M bicarbonate buffer (pH 9.5) to a concentration of 10 mg of protein/ml. Fluorescein isothiocyanate (200 gg per mg of protein) was added to the gamma globulin and mixed for 20 h, and the nonattached fluorescein was removed by dialysis. Immunoglobulin of preimmune goat serum was identically isolated and labeled to serve as one control. Both preparations had an F: P ratio of approximately 14. Isolated cells (0.1 ml) and labeled antiserum (0.1 ml) were incubated together for 30 min at room temperature. Cells were then washed two times by layering over 30% newborn calf serum in Hanks balanced salt solution followed by centrifugation at 450 g for 5 min. The percentage of fluorescent cells was determined by using a Zeiss Ultraphot dark-field microscope with a 200-W HBO mercury lamp.
The number and characteristics of stained lymphocytes of eight uninfected and eight EIAinfected horses were very similar. At the time of examination, the length of infection of the horses with EIA was from 15 The lymphocyte response to phytohemmagglutinin (PHA) and pokeweed mitogen (PWM) was determined by cellular tritiated thymidine incorporation. The methods were exactly as previously described (1). Four concentrations of each mitogen were studied. The data are expressed as the stimulation index, which is determined by dividing the mean count per minute of tubes receiving the stimulant by the mean count per minute of tubes receiving no stimulants.
The response of lymphocytes from uninfected and EIA-infected horses to PHA and PWM is presented in Fig. 1 and 2 Two populations of horse lymphocytes were identified by immunofluorescence and found to be present in similar numbers in uninfected and EIA-infected horses. One group of cells had immunoglobulin attached, whereas the other group was consistently negative. In mice (14) and chickens (13) , those cells bearing immunoglobulin are the thymus-independent lymphocyte or B cell, and the remaining cells are the thymus-dependent lymphocyte or T cell. The B cell is responsible for antibody production, sometimes in cooperation with the T cell (10), whereas the T cell is active in the cellular immune processes (16 
